setting where no dialysate was used and only three points were measurable. Obviously, the fourth point could not impact on these observations. We are therefore quite confident in the results that we reported.
. A more reliable technique would have been immunohistochemistry (IHC), using specific monoclonal antibodies or preferably highly specific reverse transcription-polymerase chain reaction (RT-PCR). Moreover, it is not even certain that the here reported case was in fact infected with HTNV since at least two different murine hantavirus species are endemic in Korea, HTNV and the rat-transmitted Seoul virus (SEOV), which are mutually heavily cross-reacting in ELISA [11] . (L) The antigen, considered here to be HTNV, was still clearly present in the capillary loops 37 days (4 + 33) POS, a record time to our knowledge never reported before. In a series of 31 Korean HFRS cases infected with HTNV or SEOV, RT-PCR positivity in serum was found in one case after an exceptionally long period of 33 days of illness [7] , a lag time never documented so far in European NE cases or in American hantavirus cardiopulmonary syndrome (HCPS) cases. However, detection in renal tissue of hantaviral antigen by IHC, or viral RNA by RT-PCR, was rarely if ever positive after >30 days of illness in HFRS [8, 9] . Moreover, this detection was successful only in the tubular epithelial cells, particularly in the medulla, concomitant with the locally most outspoken histopathological changes. Such localization was so far never documented in the glomeruli [4, 6, [8] [9] [10] . Even in a macaque model for hantavirus nephropathy, pathological changes and both viral antigen and RNA were detected only in medullary tubular cells [10] . Hantavirus pathophysiology is now generally accepted as being an overshooting immunoreaction targeting the endothelium in the human host and triggered after a sometimes very brief viremia [2, 4, [10] [11] [12] . Recently, microvascular leakage, the hallmark of both HFRS and HCPS, was attributed to very early-onset induction of vascular endothelial growth factor and downregulation of vascular-endothelial (VE)-cadherin [12] . In other words, a prolonged and massive presence in the kidney of pathogenic viruses, still after 37 days of illness as suggested here, could completely jeopardize the current paradigm. The original working hypothesis of an immune complexmediated pathophysiology, as again forwarded here, has now generally been abandoned [4, 11, 12] .
